Two cases are described of women showing aneurysm of the ascending aorta due to medial degeneration. In both there was evidence of Marfan's (1896) " dolichostenomelie " (arachnodactyly), a condition which in its fully developed form includes, as well as long, thin fingers and limbs, such changes as joint hyperextensibility, dolichocephaly, and dislocation of the optic lens (Rados, 1942) .
Severe aortic medial degeneration has been reported in some 25 cases of this disease (Marvel and Genovese, 1951) , causing in some dissecting aneurysms and in others true aneurysms of the aortic arch. Because non-syphilitic aneurysms of the latter kind are rare, it is tempting to regard them all as manifetations of either latent or overt Marfan's disease (#4ywlin, 1952 ). This we hold, at least in older people, to be a mistaken view, since in old age there is commonly a non-specific medial degeneration which can give rise to aneurysm of the aortic arch (Turnbull, 1915; Rottino, 1939) . Such cases, however, lack the additional cardiac abnormalities frequently encountered in Marfan's disease, and it is the combination of cardiac and aortic lesions which we regard as diagnostic of the latter, even in its incomplete form. Other abnormal signs were confined to the cardiovascular system. The blood pressure was 180/40 mm. Hg; the pulse was regular and collapsing; the pulsation in the femoral arteries was normal. The apex beat was in the anterior axillary line. A soft systolic murmur and a loud and rough early diastolic murmur were heard in all areas, although loudest at the left sternal edge, where a diastolic thrill was felt. Radiologically there was enlargement of the left ventricle and an abnormal prominence in the region of the pulmonary artery. The arch of the aorta, although high. was not apparently dilated. A barium swallow showed displacement of the oesophagus to the right. The cardiogram showed left ventricular preponderance and the effects of rotation. The T wave was inverted in leads II, III, and CR7. At first there were no signs of heart failure, but she soon became short of breath on exertion and had nocturnal dyspnoea. She was admitted to hospital and treated with rest, diminished fluid and salt intake, mercurial diuretics, and digitalization. There was no response to these measures, and five days later, three weeks after the onset of heart failure, she died.
Relevant Findings at Necropsy (P.M. 76, 1950 ).-Necropsy was performed about 15 hours after death, and the chief findings were heart failure, aortic incompetence, aneurysm of the ascending aorta, arachnodactyly, and dislocation of the optic lens.
The body was that of a slender woman with long digits (middle finger, 11.5 cm. long, second toe, 5 cm., carpus and metacarpus, 12 cm.). The lens of the right eye was lying in the optic cup, and the retina was folded but adherent to the choroid. The endocrine glands were normal.
There was a recent infarct (1 cm. diameter) in the right lung, severe oedema of the lungs, and serous pleural effusions (300 ml. in each sac). There was back-pressure congestion of the abdominal organs, and pitting oedema of the legs.
Weights There are several areas of myocardial necrosis beneath the endocardium of the left ventricle, some associated with slight lymphocytic infiltration (Fig. 4) (1933) , the proportion of acidophils is high normal. Case 2.-This woman, aged 55 years, had experienced fainting attacks some 30 years previously, and was informed that she had heart disease. No clinical findings are available. Three months before examination in 1952 she developed shortness of breath. This increased in spite of digitalis, and she developed oedema of the ankles. On examination she was thin, slender, and had long, thin fingers, but her limbs did not seem unduly long, and the eyes were normal. The pulse was regular and collapsing. The blood pressure was 180/60 mm. Hg. The apex beat was slightly displaced outwards. There was a systolic murmur at the apex, with an early diastolic murmur and thrill. There was enlargement of the left ventricle on radiological examination, and prominence of the aortic arch. The electrocardiogram showed flat or low T waves in all leads. Breathlessness increased over a period of nine months, and bilateral pleural effusions developed. She was admitted to hospital, but in spite of treatment died one month after admission.
Relevant Fimdings at Necropsy (P.M. 96, 1952 ).-Necropsy was performed about 14 hours after death, when the chief findings were heart failure, aortic incompetence, and aneurysm of the ascending aorta. The body was that of a thin, wasted woman, with long, slender, tapering digits, the middle finger 11 cm. long, the second toe 5.5 cm. long. The eyes were normal, as were the endocrine glands. The limbs were thin, but seemed of normal proportions. 
Discussi
In the first case, a woman aged 24 years, the diagnosis of Marfan's disease was fully established. It is of particular interest that the aortic arch was found radiologically to be abnormally prominent 10 years before the recognition of arachnodactyly. We think that aortic medial degeneration was already present and the cause of a slight dilatation which later developed into an aneurysm. We have recently found the same radiological appearance in a boy aged 9 with arachnodactyly, and suggest that he too may develop an aneurysm.
In our second case, a woman of 55 years, although there was a suggestion of arachnodactyly, the skeletal changes were not otherwise characteristic of Marfan's disease. On the other hand, there were cardiac and aortic lesions which closely resembled those in our first case, and the question arose as to whether, on the strength of these lesions, she should be regarded as an incomplete case of Marfan's disease.
An aneurysm of the aortic arch due to medial degeneration and without coarctation is indeed highly suggestive of this condition if it occurs in youth. Thus we can find a record of only one such aneurysm in a case without arachnodactyly and aged less than 40 years (Davies, 1941) . Our patient, however, was aged 55 years, an age at which the cardiovascular complications of Marfan's disease have been recognized (Moses, 1951 ), but an age at which the non-specific medial degeneration of senescence might perhaps begin to take effect, and itself give rise to aortic aneurysm, as in the cases described by Turnbull and Rottino. This possibility is difficult to exclude, since there is no histological difference between the two forms of medial degeneration. For it has long been known that fragmentation of the elastica, loss of muscle fibres, and mucoid-filled spaces occur in the arch of the aorta in old age, whether in the presence or absence of aneurysm (Bjorling, 1911; Turnbull, 1915) ; while the particular features claimed by Baer, Taussig, and Oppenheimer (1943) to be peculiar to Marfan's disease, namely, medial " smooth muscle hyperplasia," medial vascularization, and adventitial fibrosis, have all been recognized in apparently uncomplicated dissecting aneurysms (Gsell, 1928; Erdheim, 1930; Levinson, 1931) .
The cardiac lesions in our second case included displacement of the coronary ostia and fibromyxomatous valvular thickenings. These, although they both have been recorded in several cases of Marfan's disease (Uyeyama, Kondo, and Kamins, 1947; Reynolds, 1950) , are not peculiar to this condition; for the first is a fairly common congenital abnorrpality, while the second has been reported in a case of coarctation of the aorta in the apparent absence of arachnodactyly (Harrison, 1939 developed dissecting aneurysms due to medial degeneration following therapeutic panthyroidectomy. In our cases, however, the thyroid was normal.
Second, it has been held that there is acidophil cell hyperplasia in the pituitary (Schilling, 1936; Tobin et al., 1947) , and indeed, the acidophil percentage in our first case was at the upper limit of normal by Rasmussen's standards (1933 (Gobel, 1936; Schnitker and Bayer, 1944) . One woman who died thus also had arachnodactyly (Lindeboom and Bouwer, 1949) . Again, the widespread laxity of the joints in Marfan's disease has a counterpart in the laxity of the pelvic joints in pregnancy, a change which is known to be mediated through the pituitary and ovaries, and to be accompanied, in the guinea-pig at least, by a depolymerization of ground substance at the symphysis (Perl and Catchpole, 1950) , a change akin to mucoid degeneration of the aorta. These similarities suggest that in Marfan's disease there may be a basic disturbance in ground substance due to a primary endocrine disease. This theory is, however, speculative and its proof must await further investigation.
Suimmary
Two cases of aneurysm of the ascending aorta due to medial degeneration are described.
This rare variety of aneurysm occurs not only in old people but also with a curious frequency in patients with Marfan's disease.
The type of aortic medial degeneration seen in these patients has no specific histological features, but the combination of aortic dilatation, fibromyxomatous thickenings of the free margins of the aortic cusps, and congenital cardiac abnormalities is probably characteristic of Marfan's disease.
The tendency to aortic medial degeneration may reflect a generalized and perhaps hormonally induced disturbance of ground substance.
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